of the otr1R(Sph1)::ade6 ϩ marker. To test if pst1-1 also centromeric chromatin; at S. pombe flanking repeats disrupts silencing at other repressed heterochromatin of the centromere, the conserved Clr4 histone methylregions, we created pst1-1 strains that had ura4 ϩ intransferase (HMTase) is required for methylation of H3 serted near the telomere, near the silent mating-type K9. However, this methylation of the K9 residue only locus (mat3), in the imr1 region of the centromere, and occurs after the residue has been deacetylated [12, 17, in the central core (CC2) region of the centromere (Sup-18]. Because methylation of H3 K9 is required to allow plementary Material, Figure S1 ). In this assay the pst1-1 for Swi6p to bind histone H3, clr4 mutations delocalize mutation caused significant derepression of ura4 ϩ inSwi6p [18, 16] . One consequence of loss of Swi6p from serted at imr1 and mat3, a slight enhancement of silencthe centromere is loss of the cohesins Rad21p and ing at CC2, and no effect in the telomeric region. These Psc3p from the centromere region; this leads to defecresults are very similar to those reported for clr6-1 [11]. tive sister centromere cohesion, which is manifested as In order to test whether the reduced viability in the lagging chromatids in anaphase [19, 20] . Because TBZ presence of TBZ was possibly due to defects in chromosensitivity and chromosome loss are also characteristic some segregation, we used indirect immunofluoresof mutants that affect general sister-chromatid cohecence (IF) to visualize ␣-tubulin (green) and DNA (red) sion, we tested cells with pst1-1 for defects in general in pst1-1 cells ( Figure 1C Figure 1E ). However, in cells with the , rad21-lating cultures used for IF and at the time of fixation KI mutation, known to affect general (centromere and were also plated for scoring the percent of white coloarm) cohesion, 13 of 37 cell nuclei had double centronies ( Figure 1D Our analysis has demonstrated that pst1-1 and clr6-1 have similar phenotypes with respect to centromere function (TBZ sensitivity, lagging chromosomes, and increased acetylation in imr/otr chromatin). In addition, the centromere defects observed in clr6-1 and pst1-1 mutants are not additive, indicating that they affect the same centromeric function. Furthermore, we have demonstrated that Pst1p and Clr6p coimmunoprecipitate with each other and partially colocalize in the cell nucleus. We therefore propose that Pst1p is required to direct Clr6p to centromeres so that it may perform the initial deacetylation necessary for subsequent steps in heterochromatin formation. This model, however, does not explain how the chromatin state can be "memorized" in order to propagate the epigenetic state. One way to achieve this would be if the Pst1p corepressor could recognize underacetylated or methylated histones directly or indirectly and thus mediate deacetylation of newly deposited histones on neighboring nucleosomes. Obviously, to comprehend propagation it will be important to also determine the nature of Pst1p interaction at centromeres. Tables S1 and S2 
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